Attention has been drawn to the rarity of reports on Addison's disease in children by Greenberg (1958) and Szczepanska and Sapiecha (1959) . The diagnosis can be difficult to make since features such as anorexia, recurrent dehydration and general debility are not specific for the condition (Talbot, Sobel, McArthur and Crawford, 1952) . Often the diagnosis is made in retrospect or after the child has been under clinical surveillance for several years (Greenberg, 1958) .
Chemical methods for assessing adrenal cortical function have been applied frequently in adults (Nelson, Samuels, Willardson and Tyler, 1951;  Gordon, Horwitt and Segaloff, 1954) and patterns of steroid response to adrenocorticotrophic (ACTH) stimulation in various pathological states have been clearly defined (Prunty, 1956) .
In children, as in adults (Prunty, 1956) , there is considerable day-to-day variation in the excretion of steroids. Since the urinary excretion of 17-ketosteroids and 1 7-hydroxycorticoids is so low in children (Prout and Snaith, 1958;  Norymberski, Stubbs and West, 1953) , it is unwise to diagnose defective adrenal function by the measurement of resting steroid excretions. It has been observed in adults that zero levels of urinary steroids and blood corticoids are frequently not encountered in Addison's disease (Laidlaw, Reddy, Jenkins, Haydar, Renold and Thorn, 1955; Bayliss, 1955) . It is, therefore, necessary to measure the response of the adrenal gland to injected ACrH in an attempt to demonstrate degrees of adrenal failure.
The test has been employed in several ways in children. Gottfried, Bogin and Levycky (1957) (1961) . employing a similar type of test, were more regular, and impaired adrenal responses could be diagnosed.
In the work to be described, three days' stimulation with ACTH was employed, since it may take several days to elicit a near maximal response (Prunty, 1956) . Urinary excretion of corticosteroids was studied in preference to blood because blood may not be collected at the peak of the response and diurnal variations in 1 7-hydroxycortizoid levels may affect the size of the response. Also, no really satisfactory micromethod using finger-prick blood for 17-hydroxycorticoids is yet available.
Metod of Performing ACIH Test
The test was begun at 10 am. Four consecutive 24-hour urines were collected using a few drops of chloroform as preservative. Twenty Urinary 17-ketosteroids were determined by the second method of Prout and Snaith (1958) (1961) . As shown by others (e.g. Gottfried et aL., 1957) , the total 1 7-hydroxycorticoids were a more sensitive index than the 1 7-ketosteroids and apart from research purposes there appears to be no additional benefit to be gained by estimating the 1 7-ketosteroids as well as the corticoids when looking for adrenal hypofunction. The maximal corticoid excretion occurred during the second or third days of ACTH injections and apart from one exception always reached at least 20 mg.l24 hours on one or other of these days.
One child with all the classical symptoms and signs of Addisons disease was tested (patient A, Table 2 ) and showed negligible response, the corticoid output on the last day of ACTH reaching only 2-9 mg./24 hours. The test has been used in many patients and in four of them in whom poor responses were obtained ( In two of the patients (U and V) the test was repeated 15 and two months later respectively, and a poor response was obtained on each occasion. Other methods for the diagnosis of adrenal hypofunction are indirect and include the measurement of (1) plasma and urinary electrolytes and blood urea, (2) absolute eosinophil counts, (3) ability to excrete a water load and (4) insulin tolerance. In milder adrenal hypofunction (1) and (2) C M 14 mths 0-3 0-2 0 3 0-5 0-5 3-6 5-6 10-3 Short stature, and fits associated with hypoglycaemia (see Table 2 
